diagnosis of FHU may represent a specific secondary ocular response to sarcoidosis rather than a primary idiopathic uveitis syndrome. Although FHU CMO in the left eye. Six years after presentation, the patient developed bilateral gelatinous conjunctival follicules without associated conjunctival injection or keratitis. A conjunctival biopsy was performed which showed nonspecific inflammatory changes. CASE 
5
A 34-year-old white woman presented with blurred vision and floaters in her right eye.
Her eye was white and painless. She had had a BCG vaccination 8 years previously as a family contact had contracted tuberculosis. The visual acuities were 6/12 right and 6/6 left. In the right eye, there were uniformly distributed stellate KPs, 1 + cells in the anterior chamber, and the intraocular pressure was 33 mm Hg. The iris showed characteristic stromal atrophy and heterochromia, and there were numerous Koeppe nodules. Gonioscopy was unremarkable. There was an early PSCLO and 1 + cells in the anterior vitreous. There were no posternor synechiae, retinal vasculitis, CMO, intermediate uveitis, retinal or choroidal lesions. The left eye was entirely normal. Chest x ray was normal and the sACE was 30 U/1 (normal 15-71). Two Mantoux tests were negative at doses of 1/10 000 and 1/1000. A Kveim test demonstrated granulomata, consistent with a diagnosis of sarcoidosis. Other investigationsfull blood count, plasma viscosity, urea and electrolytes, and blood sugar -were all within normal limits, and the VDRLITPHA was negative.
The glaucoma was initially treated with a topical ,B blocker. Three years after presentation, some of the KPs had become mutton fat in appearance, although they remained uniformly distributed. The right cataract progressed and the visual acuity reduced to counting fingers. The right intraocular pressure was increased at 34 mm Hg. The patient underwent a combined right trabeculectomy and extracapsular cataract extraction with implantation of a heparin surface modified intraocular lens. Despite the latter, giant cells accumulated on the anterior implant surface. These were successfully dispersed using a Nd/YAG laser. Postoperative visual acuity was reduced to 6/18 by dense anterior vitreous opacities. There is no biomicroscopic evidence of CMO and she has now been followed up for 8 years.
Discussion
Diagnosing ocular sarcoidosis may be difficult as the Kveim test is now little used and there may be no granulomatous tissue that can be readily biopsied. Blind endobronchial or conjunctival biopsy in patients without evidence of systemic disease may be unnecessarily invasive. An elevated sACE in patients with uveitis implies a granulomatous aetiology.8 It is not a specific test for sarcoidosis, but a recent study has shown that 73% ofbiopsy proved sarcoidosis compared with 17% of non-sarcoid controls had elevated sACE.9 Interestingly one of the 12 in the latter group was a patient with FHU. In young children, sACE levels may be slightly higher than in adults,10 but we would still consider cases 1 and 3, who were both 14 years old, to have abnormally raised levels. A study at our unit has compared a group of biopsy proved ocular sarcoid patients with a group of patients with signs considered typical of ocular sarcoid and an elevated sACE (half of whom also had an abnormal chest x ray). There was no statistically significant difference between the two groups in age, race or the incidence of anterior uveitis, posterior uveitis with retinal vasculitis, iris nodules, or hypopigmented spots in the peripheral fundus (Stavrou et al, submitted for publication). It 
sarcoidosis.
Fuchs' heterochromic uveitis and
